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[Abstract] Objective: The effect of AB,,, induced microglia inflammatory response on the expression of methylated

CpG binding protein ( Mecp2) in hippocampal neurons in vitro. Methods: (1) The treatment of microglia cell line
24 h after the superna—

( N9) with different concentrations of AB,,( final concentration of 0 5 10 20 30 wmol/L)
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tant ELISA detection of each N9 cell culture supernatant in inflammatory factor TNF-a IL4B the choice of AR,
concentration. (2) The treatment of microglia cell line ( N9) with AB,_,( final concentration of 20 wmol/L) and TLR4
antagonist TAK242 ( final concentration of 1 pg/ml) . Tt was divided into 3 groups: normal control group ( group con)
simple AR, treatment group ( group AB,4,) and TAK-242 intervention group after AR, treatment ( group TAK-242) .
After 24 h  the supernatant was taken and the content of the inflammatory factors TNF-o and IL B in the culture su-
pernatant of N9 cells in each group was detected by ELISA. (3) The experimental grouping is the same as (2) the
culture fluid was collected after 24 h to interfere with the well grown hippocampal neuronal cell line ( HT22) . After 24
h the expression of Mecp2 protein in each HT22 cell was detected by Western Blot and immunofluorescence staining.
Results: (1) The results of ELISA showed that compared with the con group after AB,, treatment the expression of
TNF-a and IL- B secreted by N9 cells increased with the increase of AB,, concentration ( P <0.05) . (2) The results
of ELISA showed that compared with the con group the expression level of TNF-o and IL4 in AB,, group was signif—
icantly increased ( P <0.05) ; The level of TNF-a and ILH 8 secreted in the TAK242 group were significantly lower
than those in the AR, group ( P <0.05) . (3) The results of Western Blot showed that compared with the con group
the expression of Mecp2 protein in the AB,, group HT22 cells increased significantly ( P <0.05) . Compared with the
AB, 4, group the Mecp2 protein expression in the HT22 cells of the TAK242 group decreased significantly ( P <
0.05) . (4) Immunofluorescence staining showed that compared with the con group the expression of Mecp2 protein in
the HT22 cells increased significantly in the AB,, group while the expression of Mecp2 protein in the HT22 cells of
the TAK242 group was weaker than that of the AB,, group. Conclusion: A induced inflammatory reaction in micro—
glia can lead to neuronal damage probably due to the increased expression of Mecp2 protein in neurons and the damage

of neurons.
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Fig. 1 Comparison of the concentration of inflammatory factors TNF-« ( A) and ILHB ( B) in the culture solution of N9 cells treated

with AB,, with different concentrations. *P <0.05 vs con group "P <0.05 vs A4, 5 wmol/L group °P <0.05 vs AR,

10 pmol/L group.
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Fig. 2 Comparison of the concentration of inflammatory factors TNF-o ( A) and IL4 B ( B) in the N9 cell culture medium of each

group. “P <0.05 vs con group P <0.05 vs AR, group.
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Fig. 4 The results of immunofluorescence staining of Mecp2 protein in HT22 cells of each group. Compared with con group the ex—

pression of Mecp2 protein in HT22 cells of AR, group increased compared with AR, 4, group Mecp2 protein expression in

TAK=242 group decreased. Bar =100 pm
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